gonadotrophin-releasing hormone (GnRH)-induced release of FSH and LH. Residual cellular contents of FSH and LH were also determined, allowing total content/well to be calculated.
Activin-A promoted a dose-dependent increase in basal (+72%; P<0\m=.\001) and GnRH-induced (+ 25%; P<0\m=.\001) release of FSH as well as in the residual cell content (+114%; P<0\m=.\001) and total FSH content/well (+67%; P< 0\m=.\001).Conversely, inhibin significantly (P<0001) suppressed each aspect of FSH production examined, confirming that in sheep, as in rats, activin and inhibin exert opposing effects on pituitary FSH production.
In contrast to the rat, however, in which activin is reported to have no effect on Ying, 1988 (Muttukrishna & Knight, 1990) (Fukuda, Miyamoto, Hasegawa et al. 1987; Campen & Vale, 1988; Farnworth, Robertson, de Kretser & Burger, 1988) . Since, in many situations, activin behaves as a naturally occurring physiological antagonist to inhibin (Hsueh, Dahl, Vaughan et al. 1987; Ying, 1988) Muttukrishna & Knight (1990) (Fig. 3) . Conversely, the pres¬ ence of activin-A resulted in a significant (P<0-001) downward shift of the entire dose-response curve for the stimulating effect of inhibin on GnRHinduced LH release (Fig. 3b) Knight, 1990) . The unavailability of homologous ovine preparations of inhibin and activin precluded their testing in the present study. However, in view of the extensive interspecies homology shown by both molecules (Ying, 1988) (Massague, 1987; Ying, 1988 (Fukuda et al. 1987; Campen & Vale, 1988; Farnworth et al. 1988 ) and reduced the density of GnRH receptors (Wang, Farnworth, Findlay & Burger, 1988) . Activin is reported to have no effect on either basal or GnRH-induced LH release by rat pituitary cells in vitro, whilst possible effects on GnRH receptor populations are not known. The abilities of activin and inhibin to, respectively, stimulate (Carroll et al. 1989 ). An additional possibility, supported by the recent findings of Katayama, Shiota & Takahashi (1990) , is that activin promotes the differentiation and/or proliferation of 'immature' gonadotrophs into more functionally competent cells. Thus the apparently non-competitive nature of the interaction between activin and inhibin revealed in this study could be interpreted in terms of an activin-induced increase in the number of FSH-producing gonadotrophs per well rather than a change in the synthetic or secretory capacity of each individual cell.
